Why does candida recur?
There are a number of recognised predisposing host factors for genital candidiasis. It occurs more frequently, and is more diYcult to treat in women who are pregnant, when broad spectrum antibiotics are given to some women, who are taking oestrogen therapy, who have uncontrolled or poorly controlled diabetes mellitus, who have iatrogenic or therapeutic immune suppression, but probably not in those who have HIV infection, at least not in my experience. Sweat/moisture may increase the virulence of C albicans so tight fitting, noncotton underwear may predispose to infection and female hygiene practices including douching and use of sprays, bubble baths, and "panty liners" can trigger hypersensitivity reactions which may predispose to colonisation with Candida organisms.
Zinc and iron deficiency are no longer thought to predispose to recurrent genital yeast colonisation and, although the same strains may be found in the gut, reinfection from that source is not now believed to be a factor. While trauma during sexual activity may predispose to infection, particularly following abstinence, and sexual partners may harbour the same strain of yeast, sexual transmission is not thought to be a significant factor.
Relapsing candidal vaginitis is almost certainly a result of change in the compartmentalised and protective cell mediated host defence mechanisms at the vaginal mucosal level, rather than humoral or innate immunity. Th 1 and Th 2 cell mediated responses correlate with resistance and susceptibility to mucosal candidiasis. Th 1 type reactivity, with the production of IL2, IFN , and IL12 (stimulating macrophages and polymorphonuclear lymphocytes) and mucosal IgA, is the dominant vaginal response and it maintains asymptomatic candidal colonisation. Th 2 reactivity, with the production of IL4-6, IL10, IgG, histamine, and prostaglandin E2 dominates when endogenous and exogenous factors increase the number of C albicans organisms. This response switches oV the protective Th 1 response and promotes immediate hypersensitivity reactions. There is a switch from the blastospore to the hyphal phase and epithelial invasion occurs.
Which organisms cause the problem?
C albicans is the predominant organism. Other yeasts that may be involved are listed in table 1. C albicans is almost never azole resistant in HIV negative patients but C glabrata is becoming increasingly prevalent in some populations with RVVC in North America. C glabrata is a budding yeast, without hyphae, and resistance is much more likely to develop during treatment. It is more prevalent in diabetics and there may be an association with the concomitant presence of bacterial vaginosis and with douching. Vaginal discharge is not a major feature and burning, rather than itching of the vulva, may be the main symptom. C krusei is intrinsically resistant to fluconazole but responds to other agents and resistance may also be found with Saccharomyces cerevisiae.
What to do (see fig 1)
+ It is essential, first, to establish the definitive diagnosis. This will involve examination of the patient, screening for genital infections, 
